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How should lithium-induced
thyroid dysfunction be managed
in patients with bipolar disorder?

Lithium, still a major treatment
for bipolar affective disorder, is
known to have thyrostatic effects;
the clinical implications of this
are not completely understood,
however.

Mr. B, a 42-year-old man, pre-
sented with an initial episode of
mania. After an appropriate
workup and once he was behav-
iourally stabilized, lithium was in-
troduced. Routine screening 6
weeks after treatment was initi-
ated showed an elevated thy-
rotropin (TSH) level of 7.6 mU/L
and normal thyroxine (T4) and tri-
iodothyronine (T3) levels. The pa-
tient remains stabilized, with no
evidence of depression or mania.

Lithium inhibits thyroid func-
tion at various points in the thy-
roid axis. A large number of stud-
ies have shown that anywhere
from 0% to 47% of patients on
long-term lithium treatment will
develop clinical hypothyroidism.
Cases of subclinical hypothy-
roidism are also frequent, particu-

larly in female patients and those
with rapid cycling disorder.

A major issue remains as to
when clinical intervention is re-
quired. Earlier studies showed
that transient elevations of TSH
could occur with lithium therapy
for bipolar disorder, particularly
during the initial 2-3 months of
treatment. As long as the eleva-
tions are modest, no intervention
is required, although continued
monitoring of thyroid function is
indicated. No evidence of mood
disturbance is further justification
for no specific intervention.

There are 2 situations in which
intervention may be required. The
first is when a patient has refrac-
tory mood disorder, particularly
rapid cycling, with modest eleva-
tions of TSH (i.e., subclinical hy-
pothyroidism). Here, thyroid sup-
plementation with T4 may be
indicated to remove one of the
predisposing factors to mood in-
stability and treatment refractori-
ness. Interestingly, there is a lim-
ited literature documenting the
efficacy of high-dose T4 as a
mood stabilizer, irrespective of
baseline thyroid status, and espe-

cially when it is used in conjunc-
tion with other mood stabilizers
(see Bauer MS, Whybrow PC.
Arch Gen Psychiatry 1990;47:435-
40). The second instance would be
if there is evidence of clinical
hypothyroidism, and thyroid hor-
mone is required as replacement
therapy. It is important to note
that discontinuation of lithium is
not required when lithium-
induced subclinical or clinical
hypothyroidism supervenes.
Rather, thyroid replacement
therapy should be used when in-
dicated, and the bipolar disorder
should be managed in the most
appropriate way. In other words,
if lithium is still indicated for the
patient, it should be continued
along with thyroid replacement
therapy. The use of alternative
mood stabilizers to reverse the
lithium-induced thyroid dysfunc-
tion is not the optimal manage-
ment of the bipolar patient.
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The information in this column is not intended as a definitive treatment strategy but as a suggested approach for clinicians treat-
ing patients with similar histories. Individual cases may vary and should be evaluated carefully before treatment is provided.
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